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Enterococcal endocarditis in a patient with a renal 
oncocytoma 
Clin Microbiol Infect 1997; 3: 58G582 
Enterococci account for 5-20% of cases of native- 
valve infective endocarditis [l-31. This incidence will 
probably increase as the population ages and more 
people are placed at risk by degenerative valve disease 
and by sources of infection such as infections of the 
genitourinary tract [4-61. Oncocytomas are benign 
neoplasms which arise in various organs, particularly 
the pancreas, thyroid and adrenals [7,8]. Their clinical 
presentation is not characteristic and sometimes they 
are found on routine ultrasound screening [8]. We 
present a patient with an enterococcal endocarditis and 
a kidney oncocytoma. 
A 72-year-old woman was admitted to the hospital 
as an emergency with severe pulmonary edema. She 
had high blood pressure but no history of major ill- 
nesses. The patient had complained of intermittent 
acute burning, right flank pain and gross painless 
hematuria in the previous 4-5 months. On occasion 
the patient had fever of 38°C and peripheral edema. 
She had been diagnosed as having a renal colic, and 
analgesics had been prescribed. Three weeks prior to 
admission she had pitting edema in the pretibial region 
and in the ankles and she complained of nocturia, 
oliguria and increasing dyspnea. One week before 
admission the patient felt fatigued and she also com- 
plained of loss of appetite. 
On admission the patient had a temperature of 
38 O C ,  the pulse was 120/min and the respirations were 
32/min. The blood pressure was 170/50 mmHg. On 
physical examination the patient appeared ill and was 
in respiratory distress. No rash or lymphadenopathy was 
found. The cardiologic examination revealed a systolic 
grade I1 murmur in the second right intercostal space 
and a holosystolic grade I11 murmur at the cardiac 
apex as well as a third sound. Pulmonary examination 
revealed disseminated crepitant rales. The abdomen was 
normal except that a mass was palpated 6 cm below 
the right costal margin and the splenic tip was palpated 
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5.5 cm below the left costal margin. There was pitting 
edema in the pretibial areas and in the ankles. 
The complete blood count showed a hematocrit 
of 26% and a white cell and differential count within 
normal limits. The erythrocyte sedimentation rate was 
97 mm/h. Urinalysis revealed 60-80 red blood cells 
per high-powered field. 
Radiographs of the chest disclosed bilateral patchy 
consolidation with visible air bronchograms and global 
cardiomegaly. The patient was treated with diuretics, 
vasodilators and inotropic agents, with a good response. 
O n  the second day of hospitalization an echo- 
cardiogram showed a mass that was 0.8 cm in diameter 
involving the right leaflet of the aortic valve and a mass 
that was 0.9 cm in diameter involving the septa1 leaflet 
of the mitral valve. During the same day an Enterococcus 
faecalis strain was isolated from three blood cultures and 
the urine culture; this was susceptible to ampicillin, and 
synergy was obtained with gentamicin. A diagnosis of 
endocarditis was made. Both antibiotics were started 
and maintained for 6 weeks. 
Abdominal ultrasonography showed hepatospleno- 
niegaly and a solid mass with a central hypoechoic 
scar in the upper pole of the right kidney. Coniputed 
tomography (CT) confirmed these findings (Figure 
1). A radionuclide bone scan with technetium-99m 
diphosphonate and a barium enema were normal. 
Aspiration biopsy of the tumor contained large 
isolated tumor cells and small loose cellular clusters; 
cytoplasm was abundant and nuclei were spherical or 
ovoid, single or multiple. A diagnosis of oncocytoma 
was made. 
Figure 1 Contrast-enhanced CT scan showing a 
hyperdense right renal mass of 15 cm in diameter with a 
hypodense central scar, in the upper pole of the right 
kidney. Note a small calcification in the center of the scar. 
When ampicillin-gentamicin therapy was discon- 
tinued after 6 weeks, the erythrocyte sedimentation 
rate and the hematocrit were normal. The patient was 
discharged pending a right nephrectomy. A month later 
she suffered a mild left hemiparesis. A CT scan of the 
brain showed the appearances of cerebral infarct. The 
patient recovered totally after 24 h. Two months later 
the patient died suddenly at home. An autopsy was not 
performed. 
The enterococci provide the third most common 
cause of infective endocarditis, following streptococci 
and Staphylococcus aureus [1,2]. The genitourinary tract 
was considered the portal of entry in 34-70'X of 
cases reviewed in 10 series of patients [4-61. Gastro- 
intestinal sources of infection are found in 3-27% 
of cases [4,6]. Urethral catheters and diagnostic or 
operative procedures often precipitate enterococcal 
invasion [4-61. 
Oncocytomas account for 5-10 % of renal tumors 
[8-111. The vast majority of such tumors have been 
discovered incidentally during the course of evalua- 
tion for some unrelated symptom or at postmortem 
examination [8]. However, even though oncocytonias 
might be expected from their slow, well-encapsulated, 
spherical, expansive growth to be clinically benign, 
in some series the patients have gross heinaturia, 
abdominal pain, a flank mass or microscopic hematuria 
[8-111. Renal oncocytoma has been described in 
association with several conditions, including multiple 
myeloma and tuberous sclerosis [ 12,131. However, no 
case has been described in which enterococcal endo- 
carditis has occurred in a patient with a renal onco- 
cytoma. In our patient an alteration of the excretory 
urinary tract by the oncocytoma of the kidney could 
have favored urinary infection and subsequently the 
development of bacteremia. 
Our patient began to suffer from gross haematuria 
and flank pain 4 months before admission but the 
oncocytoma was not diagnosed. She developed entero- 
coccal urinary infection and bacteremia and latterly 
a native mitral and aortic valve endocarditis. Other 
sources of enteroccoci, such us colonic carcinoma and 
polyps, were ruled out. Only a small proportion of 
patients with significant enterococcal bactereniia have 
endocarditis [14,15]. Co-infection of both mitral and 
aortic valves has been noted in only 4-26% of cases 
[5,16]. Although major embolic events have been 
documented in 2-70% of cases of endocarditis 
occurring on native valves [2,3], some studies of 
enterococcal disease have reported a lower frequency of 
emboli ( 2 4 % )  [4]. The mortality of enterococcal 
endocarditis in the antibiotic era has been described as 
being between 0%) and 43% [4,5] and the relapse rate 
following standard therapy has been reported to range 
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between 0% and 14% [5,16]. Our patient developed a 
transient ischemic attack, presumably due to a cardiac 
embolus. Although age- related thrombosis could not 
be ruled out, the patient could have benefited from 
cardiac surgery, which was not performed because of 
the presence of the oncocytoma. 
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Mycobacterium celatum as a cause of disseminated 
infection in an AIDS patient 
Clin Microbial Infect 1997; 3: 582-584 
Disseminated infections due to non-tuberculous myco- 
bacteria (NTM) are frequent in HIV-infected patients 
[l]. The Mycobacteriurn auiurn complex (MAC) accounts 
for most non-tuberculous disseminated infections, 
but recently species such as M. genavense, M. simiae and 
M.  haemophilum have emerged as potential pathogens in 
AIDS patients. M. celatum is a recently discovered micro- 
organism causing disseminated infection in immuno- 
compromised patients and could be misidentified [2]. 
We report a case of M.  celatum infection in an HIV- 
infected patient. 
A 30-year-old male intravenous drug abuser in- 
fected with HIV was admitted to the hospital with a 
7-day history of fever, chest pain, cough and yellowish 
sputum production, and significant weight loss during 
the last month. The CD4 T-cell count was 33 cells/pL. 
The patient, who had not received antiretroviral therapy, 
had been diagnosed as suffering cerebral toxoplasmosis 
and bilateral pneumonia 2 months previously. At the 
time of the present admission ocular cytomegalovirus 
(CMV) disease was also present. A chest X-ray showed 
perihiliar bilateral infiltrates. 
We processed three sputum specimens, urine 
cultures and blood cultures in the mycobacteriology 
laboratory. Sputa and urine were decontaminated by 
Karlson's procedure and blood cultures (BACTEC 
9240, Becton Dickinson Microbiology System, 
Cockeysville, Md) were processed using lysis-centri- 
fugation treatment [3]. Acid-fast bacilli (AFB) were 
